P e d i a t r i c s , U n i v e r s i t y of Bergen. Transient hypoparathyroidism has been proposed a s an explanation of neonatal hypocalcaemia. W e have s t udied t h i s p o s s i b i l i t y by examining t h e u r i n a r y excret i o n o f 3',5'-adenosine monophosphate /CAMP/, which i s i n c r e a s e d by p a r a t h y r o i d hormone. Urinary CAMP was measured on t h e f i r s t , second and t h i r d days of l i f e i n premature i n f a n t s with one o r more serum calcium values i n t h e range of 6,9 t o e,3 mg p e r l o o m l . The values were compared w i t h t h o s e obtained i n normal newborn i n f a n t s . Comparing cAMF' e x c r e t i o n on Day 1 and Day 3 t h e normal newborn i n f a n t s e x h i b i t e d an inc r e a s e from 3,84 + o,80 /S.E., n=12/ nmoles p e r mg crea t i n i n e t o 6,50 +-1,06 /n=4/. I n t h e p a t i e n t s with low serum c a l c i 6 t h e r e was a more pronounced i n c r e as e , from 4,41 2 1,06 /n=7/ nmoles p e r mg c r e a t i n i n e on Day 1 t o 10,40 f 1 , 7 2 /n=5/ on Day 3 . The sharp ris e of CAMP excretion m t h e hypocalcaemic p a t i e n t s p o i n t s t o a compensatory hyperparathyroidism r a t h e r t h a n hypoparathyroidism. l e s ' a n d R.O. Brad ' S e r v i c e de P B d i a t r i e , H8pital ~a n T n a l Universita$re, Lausanne, Switzerland, The Johns Hopkins H o s p i t a l , Baltimore, Kd. and The Nat i o n a l I n s t i t u t e s or' Health, Bethesda, Md. U.S.A.
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Three g e n e r a t i o n s of r a t s were r a i s e d with a low copper d i e t . Copper d e f i c i e n c y was a s s o c i a t e d with s i g n i f i c a n t r e d u c t i o n s i n t h e y i e l d of myelin, but b r a i n weight was l e s s a f f e c t e d . The chemical composit i o n of myelin was not d i f f e r e n t from c o n t r o l s i n t h e content of i t s p r o t e i n s , l i p i d s o r ganglioside.
The main d i f f e r e n c e was a s h i f t o f t 9 e major myelin g l y c o p r o t e i n toward h i g h e r apparent molecular weight i n t h e copper d e f i c i e n t animals. P o s t n a t a l copper replacement f a i l e d t o r e v e r s e t h e d e f i c i e n c y of b r a i n and body growth o r t h e n e u r o l o g i c a l symptoms. Copper replacement i n a c o p p e r d e f i c i e n t mother's d i e t p r i o r t o conception c o r r e c t e d a l l a b n o r m a l i t i e s i n a subsequent l i t t e r when compared t o h e r previous l i t t e r s .
The r e s u l t s suggest t h a t copper i s e s s e n t i a l f o r myel i n formation and g e n e r a l growth during c r i t i c a l p e r iods i n development. 105 prematures, divided i n t o 3 g e s t a t i o n a l age groups, r e c e i v e d e i t h e r human b r e a s t milk /BM/ o r one of f o u r i s o c a l o r i c formulas which provided t h e following p r o t e i n i n t a k e s /g/kg/day/: F112.2; F~n 4 . 4 /casein: whey prot=40:60/ F ?=2.2; F4=4.4 /casein: whey p r o t = 82:18/ BUI? was e l e a t e d i n i n f a n t s on t h e high protei n d i e t s . T o t a l plasma p r o t e i n s and A / G r a t i o r e f l e ct e d t h e amount of p r o t e i n i n t h e d i e t . The e s s e n t i a l amino a c i d s i n plasma and u r i n e ; phe, met, thr, l e u , i l e u , v a l , and i n a d d i t i o n t y r , c o r r e l a t e d w i t h both q u a n t i t y and q u a l i t y o f i n g e s t e d protein. Plasma phe and t y r were lo-loo times h i g h e r i n m a l l i n f a n t s on F4 when compared t o i n f a n t s on B M o r F1. Urinary cyst a t h i o n i n e was e l e v a t e d i n i n f a n t s f e d d i e t Fq. There were no s i g n i f i c a n t d i f f e r e n c e s i n o t h e r plasma and u r i n e amino acids. Physical growth was s i m i l a r both i n formula-fed and i n BM-fed infants.The plasma amino a c i d imbalance produced by high p r o t e i d h i g h c a s e i n d i e t s , without a c c e l e r a t e d growth, makes t h e use of t h e s e d i e t s i n pre-term i n f a n t f e e d i n g questionable.
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EFFECT OF BLOCKADE OF AITGIOTENSIB I1 B Y SAR
C. ~i z o l l o n : / I n t r . by R. Prancois/ S e r v i c e de PBdiatrie. Pav.Sbis. Hopit a l Edouard Herriot. Lyon. Angiotensin I1 was blocked by i t s i n h i b i t o r S a r lAlab-Angiotensin I1 /Eaton Lab. Itorwick I4Y/ i n 2 Brat t e r ' s syndromes: case I without and case I1 w i t h t h e s a l t l o o s i n g form.Infusion or' t h e i n h i b i t o r was performed during 6h a t progressive r a t e /1 t o looug/kg/ r n / i n c a s e I and during 411 a t constant r a t e /loo/ug/ kg/mn/ i n c a s e 11. Blood p r e s s u r e /BP/, plasma r e n i n a c t i v i t y /PRA/, Aldosterone /A/, ACTH, C o r t i s o l /F/, Ita and K l e v e l s , u r i n a r y Na and K e x c r e t i o n /as r e l at e d t o c r e a t i n i n e clearence /were s t u d i e d hourly. I n both c a s e s PRA i n c r e a s e d sharply but changes were d i ff e r e n t f o r t h e o t h e r parameters. I n case I,BP,ACTH and F remained s t a b l e ; A decreased; i n u r i n e Na i n c r eased while K decreased with opposite changes i n p l a sma.In case I1 t h e r e was a t r a n s i e n t decrease i n BP; ACTH, F and A r a i s e d s h a r p l y during t h e lrst h f o l l owed by a progressive decrease; no change occured i n W a and K e x c r e t i o n ; plasma ITa and IL showed a s m a l l decrease.Conclusion:I11 case I blockade o f Angiotensin induced a b a s a l hyperreninemia and nypel.aldosteronemi a was an e f f i c i e n t compensatory mechanism f o r a p r imary u r i n a r y T T a 1 e a k a g e . h case 11 t h i s compensatory mechanism was i n e f f i c i e n t .
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